| BACKGROUND
Psoriasis is an immune-mediated inflammatory skin disease, characterized by keratinocyte hyperproliferation and altered differentiation, the presence of an inflammatory cell infiltrate and neovascularization. Both Th1 and Th17 cells contribute to psoriasis development.
MicroRNAs (miRNAs) are a class of small non-coding RNAs that regulate gene expression through either translational repression or mRNA degradation. Using a mouse model with the deletion of Dicer, an enzyme required for the processing of mature and functional miRNAs, studies from our group and others indicated that lack of miRNAs by deletion of Dicer dramatically interrupts immune system and skin development and function.
1 Accumulated studies have showed that specific miRNAs are key regulators in the control of immune cell and keratinocyte development and function and implicated in skin inflammatory diseases, including psoriasis. 
| QUESTION ADDRESSED
Using keratinocyte-and T-cell-specific miR-17-92 knockout (KO) mice and keratinocyte-specific miR-17-92 knockin (KI) mice to address the role of miR-17-92 in the pathogenesis of psoriasis.
| EXPERIMENTAL DESIGN
miR-17-92loxp and miR-17-92KI mice were described previously 5, 8 (S1). Keratinocyte-specific K14-miR-17-92KO mice and K14-miR-17-92KI mice were generated by crossing miR-17-92loxp mice or miR-17-92KI mice with the K14-Cre mice; T-cell-specific CD4-miR-17-92KO mice were generated by crossing miR-17-92loxp mice with CD4-Cre mice. The mouse genotyping was based on previous report (S1). Mice at 8 weeks of age were shaved and then the hair on the back were removed with Nair, and received daily, for 5 consecutive evaluate the back skin inflammatory and were collected for HE staining at day 6 after IMQ treatment. 
| RESULTS
To investigate whether miR-17-92 is involved in IMQ-mediated psoriasis, we first examined the expression of miR-17, miR-18a, miR-19a, miR-19b, miR-20a and miR-92a in the skin treated with IMQ for 5 days in C57BL6 mice. As shown in Figure 1 
| CONCLUSIONS
Our results suggest that IMQ differentially regulates the expression 
